A 46-year-old man had chronic granulomatous gastritis characterized by giant gastric folds with noncaseating epithelioid granulomas including giant cells in the corpus. No definite etiologic factors were detected. Histology and the rapid urease test indicated that H. pylori was present in both the antrum and corpus. The granulomatous gastritis with giant gastric folds improved after H. pylori eradication. This case suggests an association between isolated granulomatous gastritis and H. pylori infection. (Gut and Liver 2009;3:137-140)
INTRODUCTION
Chronic granulomatous gastritis (CGG) is a rare disease. 1, 2 It constitutes about 0.3% of all cases of gastritis and is characterized by the presence of granulomas. 2, 3 Idiopathic granulomatous gastritis (IGG) refers to a chronic granulomatous reaction limited to the stomach without the identification of specific underlying causes, 4 therefore its pathogenesis and the optimal treatment is controversial. Currently, Helicobacter pylori (H. pylori) infection is considered a cause of chronic granulomatous gastritis and the associated giant gastric folds. [5] [6] [7] Here, we report a case of CGG that improved after H. pylori eradication.
CASE REPORT
A 46-year-old man was transferred to the department of Internal Medicine with the suspicion of gastric cancer. By the routine Upper gastrointestinal series, an ill-defined mass like lesion in the gastric corpus was detected. There was no specific past history and the patient did not complain of any significant symptoms. Physical examination and laboratory findings were within normal limits. The upper endoscopy showed an ill-defined 4×3 cm area with regional hypertrophied gastric folds at the great curvature from the lower to the mid body of the stomach (Fig. 1A) . The mass had a soft consistency noted with the endoscope. The upper gastrointestinal series and abdominal CT showed mucosal fold thickening at the great curvature and lower body of the stomach (Fig. 2) . The gastric biopsy tissue obtained showed several granulomas in five biopsy fragments. The diameter of the granulomas was variable. The smallest measured less than 0.10 mm in diameter. The range of sizes was 0.10-0.40 mm. The granulomas were localized either superficially, i.e., just underneath the surface epithelium, or deeply, down to the level of the foveolar isthmi. They consisted of a diffuse cellular infiltrate, a circumscribed aggregate or a compact 'sarcoid-like' aggregate (Fig. 3A) . The results of the PCR study for Mycobacterium tuberculosis were negative. Other study (colonoscopy, small bowel series) shows no abnormal finding. However, H. pylori testing were positive both in the antrum and in the corpus by histology and rapid urease test (Fig. 3B) . The patient was treated with triple therapy (rabeprazole 20 mg + amoxicillin 1,500 mg + clarithromycin 600 mg for 1 week) for H. pylori eradication. Follow-up upper endoscopy, after two months, showed decreased gastric fold thickening and the gastric atrophy was improved. However, the biopsy specimens showed focal granulomas without H. pylori detected. The endoscopy findings and granulomas all improved one year later after H. pylori eradication therapy (Fig. 4) .
DISCUSSION
Chronic granulomatous gastritis (CGG) is uncommon. It may occur in association with several disorders including Crohn's disease, sarcoidosis, infectious diseases, foreign body reaction, malignancy and vasculitis. In the West, the common causes of chronic granulomatous gastritis are Crohn's disease and sarcoidosis, 2 but in the East, the incidence of H. pylori infection has been reported to be high with CGG without the presence of systemic illness. 7 our case was negative for immunohitochemical staining (CD20, CD21, CD35) and had no other underlying disorder (Crohn's disease) for upper gastrointestinal series and colonoscopy. The association between CGG and H. pylori was first reported in 1989. 5 A high percentage of H. pylori organism was identified in all-chronic granulomatous gastritis cases whatever the diagnosis was. H. pylori was detected in 90% and chronic gastritis with atrophy was present in 95% of biopsy specimens. 3 Miyamoto et al. 6 reported two cases of IGG that completely resolved after H. pylori eradication. The pathogenesis of granuloma formation with H. pylori infection has not been explained. Granulomas are thought to result from sustained tissue irritation from poorly degradable substances. 7 The H. pylori organism appears to be parasite with flagella and, gastric mucosa injury possibly caused by flagella motility due to persistent immune stimulation from the chronic granulomatous inflammation. However, the granulomatous lesions persisted for at least 17 months or more after H. pylori eradication therapy in our case. In addition, it has been shown that the incidence of H. pylori in the population is very high while the frequency of cases of granulomatous gastritis in the population of patients with H. pylori-associated gastritis is very low or uncommon. 8 The cases of CGG gastritis have been equal in both genders and were evenly distributed from the ages of 24 to 69. 9 In the majority of cases, endoscopic finding are shallow ulcerations, flat erosions, erythemas, but giant gastric folds are rarely appearance like in our case. 7 Giant gastric folds were first described by Menetrier as an endoscopic finding in patients with hypertrophic gastritis. 10 They have been observed in other conditions including gastrinoma, gastric lymphoma, histoplasmosis, secondary syphilis, anisakiasis, Borrmann type IV, scirrhous carcinoma, and granulomatous gastritis (menetrier disease, hypertrophic gastritis). 11 In particular, giant fold formation in the fundus and corpus of the stomach might be a consequence of severe high-grade active H. pylori gastritis; that is, rare atypical reaction to the colonization of the gastric mucosa with H. pylori. 12 Eradication of the H. pylori infection in such patients should result not only in an improvement in the findings associated with gastritis, but also in regression of the giant folds. 13 Therefore, H. pylori infection appeared to be a more important cause of CGG, and idiopathic granulomatous gastritis may be another manifestation of H. pylori gastritis. The case reported here is the first report of CGG with giant folds that improved after H. pylori eradication.
This case illustrated that CGG appears to be a special form of H. pylori gastritis. If underlying diseases was not founded for whole work-up, we firstly consider H. pylori eradication for patients with CGG and H. pylori infection.
